7-4
1978b) .  In the mice fed the 10% or 20% xylitol diets, there was a re-
duction in spontaneous hepatocellular tumors in the males, but not in the
females.  However, the males in these dietary groups had more crystalline
bladder calculi and an associated increase in hyperplasia, metaplasia,
and neoplasia of the transitional epithelium of the bladder than did the
females fed similar diets, the control mice, or the mice fed 2% xylitol,
Sprague-Dawley CD male and female rats were fed 2%, 5%, 10%, or 20%
xylitol in the diet for 26 weeks without evidence of increased renal
calculi or hepatocellular abnormalities at autopsy.  However, the inci-
dence of adrenal medullary hyperplasia was greater in rats fed 5%, 10%,
or 20% xylitol than in the controls (Hunter e£ alU, 1978b).  In male and
female beagle dogs fed 10% or 20% xylitol in their diets for 52 weeks,
the single remarkable pathologic change was an increased liver weight at
autopsy.  This slight hepatomegaly was associated with hepatocyte en-
largement and altered hepatocyte appearance in the periportal areas of
the animals.
The quantity of xylitol in the 20% diet approaches the LD^Q for
xylitol in mice (Kieckebuch et^ al., 1961).  In rats, ingestion of 20%
xylitol may exceed the maximum metabolic turnover rate as calculated
from rates observed in humans (Biokel and Halmagyi, 1976).
SUMMARY
Epidemiological Evidence
The evidence concerning the role of carbohydrates in the development
of cancer in humans is extremely limited.  In one study, the intake of
sugar was correlated with increased mortality from pancreatic cancer in
women only, and the intake of potatoes was correlated with increased
mortality from liver cancer in both sexes.  In other studies, a high
intake of refined sugar and a low intake of starch have been associated
with an increased incidence of breast cancer. Frequent consumption of
starch has been associated with a high incidence of gastric cancer in one
case-control study and with esophageal cancer in another. However, the
evidence is insufficient to permit any firm conclusions to be drawn.
Experimental Evidence
The data from the few laboratory experiments designed to study the
role of carbohydrates in carcinogenesis are difficult to interpret
because of generally poor experimental designs and because there is
uncertainty about the actual carbohydrate content of the foods used in
the test diets.
A few recent studies suggest that dietary lactose combined with
vitamin A deprivation and long-term feeding of high levels of sucrose and

